moter that precisely correspond to the experimental mu-
scriptionally active forms of GABP to subsynaptic nuclei. The N box is thus a critical element in targeting the This possibility could be tested by examining the distritranscription of several major synaptic genes to the mobution and subcellular localisation of the GABP ␣ and ␤ tor endplate. polypeptides in muscle. A second plausible mechanism could be that in the extra synaptic area one or both The N Box Recruits the Ets Class Transcription GABP subunits are sequestered into the cytoplasm and/ Factor GABP or are degraded more rapidly than in the synaptic zone. Adult mouse muscle, as well as cultured myotubes, con-A third mechanism could involve an Ets factor with retains a factor (or factors) that specifically interacts with pressor activity such as ERF that binds the N box in the N box sequence. One factor was purified from culextra-synaptic nuclei instead of GABP. However, no N tured muscle cells on a DNA affinity column and combox binding activity other than GABP is detectable in prises a heterodimer composed of 58 and 43 kDa polymuscle extracts, although more than 99% of the nuclei peptides corresponding to the Ets-related transcription they originate from are extra-synaptic. , 1999) . NMJ were Since the N box is the key promoter element of several nevertheless recently examined before retraction of the synapse-specific genes, and since neuregulin is the best motor axon terminal in erbB2-deficient embryos, and it candidate factor to elicit synapse-specific transcription, was found that the formation of junctional folds was it is anticipated that the N box and GABP are the downsignificantly impaired ( 
